Inhibition of interleukin-2 production by retroplacental sera: a possible mechanism for human fetal allograft survival.
Fetal tolerance may be a consequence of a local nonspecific serum factor(s) having immunomodulatory activity on maternal cellular effector responses. Paired peripheral and retroplacental sera were collected from 15 healthy patients having elective caesarean section and the sera were studied for their abilities to inhibit the uptake of tritiated thymidine by activated lymphocytes in the mixed lymphocyte reaction (MLR). We found that: Twenty-eight percent of peripheral blood (PB) and all retroplacental sera (RP) could inhibit the MLR. Conditioned medium (MLRS) could completely overcome the inhibition by RP sera. Ultrapure interleukin-1 (IL-1) could not reverse the inhibitory effect. Recombinant interleukin-2 (IL-2) (100 units/culture) completely reversed the inhibition. Inhibition by RP sera occurred between 0 and 24 hours of cell-cell interactions in the MLR and, The inhibition was both on stimulator and responder cells. Thus, factor(s) in RP sera may act to inhibit IL-2 production at the fetomaternal interface. These findings are discussed in the context of fetal allograft rejection.